Case report A 31 year old Indian woman was found to have a systolic murmur in the antenatal clinic during the tenth week of her first pregnancy. She gave no cardiac history and did not report any limitation of exercise capacity. She was referred to the cardiology clinic where she was found to be acyanotic with normal venous pressure, right ventricular heave, pulmonary ejection click, and loud "single" second sound-signs of pulmonary hypertension associated with a large ventricular septal defect. The absence of cyanosis implied that the shunt was dominantly left to right. Chest x ray showed that her heart was only slightly increased by enlargement of the right atrium and of the proximal pulmonary arteries ( fig  1A) . The electrocardiogram showed sinus rhythm with right axis deviation and right ventricular hypertrophy. Cross sectional and Doppler echocardiography showed a large subaortic ventricular septal defect with obligatory pulmonary hypertension at systemic level. Both the left and right ventricles showed normal function; neither was enlarged (fig 2) . There was little evidence of flow and no turbulence across the ventricular septal defect. Despite some concern about the risk to the mother of accelerating pulmonary vascular disease, her pregnancy proceeded uneventfully except for the development of pregnancy diabetes needing insulin. She had a haemoptysis at 35 weeks attributed to the pulmonary hypertension ("pulmonary apoplexy"). At that time oximetry showed 95% saturation, her arterial PO2 was 11 0 kPa and the chest x ray was clear. A healthy female infant weighing [2] [3] [4] [5] [6] [7] [8] The outlook for subsequent pregnancies depends on whether the heart returned to normal after the first episode;7 the condition does not always recur in subsequent pregnancies ifrecovery has been complete. Our patient was unusual in having coincidental severe congenital heart disease to which the heart failure could not be attributed.
She was also unusual in remaining in heart failure (New York Heart Association Class III-IV) for a year postpartum before she started to improve and then recovering her pre-pregnancy cardiovascular status in the subsequent year. The development of central cyanosis after the onset of heart failure can be explained by a greater admixture of venous blood during the period of low output failure. If cyanosis had been caused only by an increase in pulmonary vascular resistance associated with the pregnancy then, as in the natural history of an Eisenmenger ventricular septal defect, she would have gone blue but not into heart failure, nor would recovery of her former state have been expected.
She has been advised against further pregnancies and sterilisation has been performed. She may still need heart/lung transplantation if progressive pulmonary vascular disease develops. 
